. There was nothing to suggest this etiology and there was no evidence of an autoimmune basis.
Some form of infective aortitis remains a possibility. Hudson (1965) drew attention to the high incidence of giant cells in infective aortitis. The present example somewhat resembles a type of idiopathic aortitis described in young subjects in the tropics (McKusick 1962 , Schrire & Asherson 1964 . In most published cases no steps were taken to rule out an unrecognized bacterial aortitis due to salmonella, tuberculosis or other organisms, in spite of the frequency of metastatic infections, including mycotic aneurysms, seen in the tropics. Blood agar culture of the aortic tissue was Gram-negative and Ziehl-Neelsen stain of the sections was negative.
The present case has been regarded as idiopathic in the absence of any alternative etiology. Dr Barry Lewis (Royal Postgraduate Medical School, London) suggested that it might be possible to make a single diagnosis: if the patient had had a dissecting aneurysm of the abdominal aorta, consequent on the atherosclerotic changes which had been clearly demonstrated, organization and fibrosis could perhaps have led to the pathology described. Dr Morgan agreed that this was a possibility, but the Weigert-van Gieson stain had revealed no medial split and the Perles' reaction had been negative, both of which militated against an organizing dissecting aneurysm.
Dr D M Krikler (Prince of Wales's General Hospital, London N15) said that although in this case the arch was quite unaffected and the process was localized to the abdominal aorta, he wondered whether there was any possibility that the pathological lesion might be akin to Takayashu's aortitis.
Dr Morgan replied that the histological features were unlike those occurring in a disease of Takayashu's type where the pathological process was essentially obliterative; although cases had been described with aneurysm formation they predominantly occurred as poststenotic dilatation. In Takayashu's disease intimal proliferation with some medial destruction occurred; in the present case the reverse was true.
Sjogren's Disease with
Widespread Lymphoid Deposits D J Grundy FRCS (for Michael Hobsley Mchir) (The Middlesex Hospital, London WI) Mr G D, aged 76 History: In 1950 the patient developed an intermittent right parotid swelling, which became permanent in 1963. Wlhen he was seen in 1966, the right parotid and submandibular glands were enlarged. There was a turbid discharge from the right parotid duct, evidence of superadded infection, but no secretion during a Curry test (Curry 1963) . Parotid sialograms showed bilateral punctate sialectasis. Antibody studies were negative and the serum proteins normal. Parotidectomy was offered but refused. September 1970: Both swellings had enlarged and there was a neighbouring firm cervical lymph node (Fig 1) His voice had been hoarse since 1968. Laryngoscopy revealed a smooth mass on the left false vocal cord. Biopsy showed diffuse lymphocytic infiltration. The question arose as to whether malignant change had occurred. The cervical lymph node showed benign reactive hyperplasia only, so the right submandibular gland was excised. Histology: lymphocytic infiltration with epimyoepithelial islands, i.e. Sj6gren's disease.
His breathing was becoming embarrassed, so in December 1970 the laryngeal tumour was excised via a lateral laryngotomy with a temporary tracheostomy. Histology: almost exclusively small lymphocytes but no epimyoepithelial islands. Expert opinion could not definitely distinguish between sarcomatous transformation and benign pseudolymphoma.
Investigations (March 1971) : ESR 122 mm in 1 hour (Westergren). Total serum proteins 6-5 (albumin 2-4, globulin 4-1) mg/100 ml; macroglobulinmmia. Antibody tests remained negative.
A right superficial parotidectomy with removal of most of the deep parotid was performed, the facial nerve being preserved. There was nimal residual weakness of the upper lip. Histology: Sj6gren's disease, but also large areas of lymphocytes. There was still no definite evidence of malignant change.
Comment
Much confusion exists over the nomenclature of chronic inflammatory diseases of the salivary glands, but we believe there is a spectrum of conditions with punctate sialectasis on sialography and epimyoepithelial proliferation on histology (Patey 1965) . At one end are cases with localized salivary enlargements only and these have previously been labelled Miculicz's disease (Miculicz 1892) . At the other end are those patients with rheumatoid arthritis, dry mouth and eyes, and antibodies: Sj6gren's syndrome (Sjogren 1933) . Morgan (1954) postulated that Miculicz's disease may be a variant of the larger symptom complex Sjogren's syndrome. We agree, and believe that between these two extremes is a variety of grades, sometimes showing extrasalivary lymphoid deposits such as pseudolymphoma and reticulum cell sarcoma, and macroglobulinemia.
In 1966 our patient fell clearly into the Miculicz group. However, four years later he had extrasalivary lymphoid swellings and macroglobulinaemia. Talal et al. (1967) reported the development of reticulum cell sarcoma in Sjbgren's syndrome, and it was partly in an attempt to decide whether malignancy was present that we did the various biopsies. We believe that our patient fits into the intermediate group in the spectrum between Miculicz's disease and Sjogren's syndrome. globulinemia, &c., was rare: fewer than 20 cases had been reported previously. The clinical picture had been dominated by the difficulty of diagnosing whether malignant change had occurred, and the problem was not yet completely resolved. If the lesion was sarcomatous it would undoubtedly recur; however, since the septic area of superadded parotitis had been eradicated, local radiotherapy was now feasible.
